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Treatment of High-risk Myelodysplastic Syndrome
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Abstract: Myelodysplastic syndrome (MDS) is a kind of hematological malignancies, characterized by
malignant clones in hematopoietic stem cells. The treatment mainly focused on epigenetic treatment,

chemotherapy, stem cell transplantation and new drugs. This article summarized all these kinds of treatments.

Key words: Myelodysplastic syndrome; High-risk; Treatment

Competing interests: The authors declare that they have no competing interests.
i OE: RMNMARFEAME (MDS) 2 —Xikh Famm Bt LB, Rs7EBEPER

WEEF BT AT . FT@RBHARI LG @, WFEEFET H i iTamiE,

KR BRI AFF R, SE; BT
FE>ZES: R733

il

0 35

HEER AR LS ME (myelodysplastic
syndrome, MDS ) J&— 8% Il T 4 Jfd % P va B
PRGN, F L RE AU JoAE M. XA M I 4
JiE Va0 i) 2 PEEE R IR (acute myeloid
leukemia, AML ) ¥&4k 1 KBS . MDSAK $ [
PR 105 PG R R AT 4 2697 . R fEMDSHE 1Y
bR s B &g (IPSS) =1.5%r, WHO
RITE R 25 (WPSS) =34 BIT PR
Wia B R4 (IPSS-R) >3.540 1 EH . 1RI7
H ) BGRB8 o 22 1
(PR) BS54 (CR) DIIEZEHNG UEE | It
KAEAFE A, B AN X R faMDS B 3 B3R )T
FEEPERUBALGIT . 7. THES
Pl DL R 3 S AR B0 R 253097, A SCH H BT AT
LURYT B faMDS Y 5 HIE AT o

IgiEEE: 2020-04-23; {EEEEF: 2020-07-08

VEZ BT, 1.300140 R, RETHW PO ER LR
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Bt , FAMLEEETE] . CR%, PRAEA!
AT T — T ot 2 34 B B ¢ FAR SRIRYY, TR E
PSR R fEMDS F B R ] 4R A5 5 i 9 OS!. Pap-
pass KB, 88 fEMDS [ #4257 LI 6
J7 (PR T74.78 ), RN AR 6.6
M # (ORR) ( CRFIEHECR KPR ) }37.7%
(23/61) , B EIF M F el HEFE R21.3%
(13/61) , MK ek% 4% H733.0% (29/88) ,
M EEE %A 6.8% (6/88) o Mk Emly . IRFFAEA
L S P RS M 1 i fEMIDS R, B I T i IE
SR AE K ILAEATE B AR TR
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FH/INF R P b 23697 (45 K6 mg/m?, d1~7, 4)H
—JFFE) , W47, CREHX32.3% (10/31) ,
PREH25.8% (8/31) , MK MEHRNI.T%
(3/31) , ORRN67.7% (21/31) , &I/ >mskyy
21.7%, J“EHIM11.6%, ZTEITUEE. AR
FREZV, $ s AR 2 b PG fth Y2 AR R K s (B3R T AT
DL #7205 RN RS s R f RN, JE S
MFIF R Z AR RS . o, AR A
TEHEAT TPS3 2878 UMD & 107 FH i 75 At 534 7 1T
DIFESCRA, H R H B35 % DR i % 1,
ARG ALY, Mz, /NFIE PG b n] LA
ViR 6T7 B fa MDS B 3 AR e
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Bl L H 25 . B RERSAE AR 2 [l i,
R ALY B IR . — ISR T 4354
HMAGYTFRIGIMDS i3, Hodh324 8232 BSCiA
J7, ORR MO, HHALOSHHEH7.3H ; 356132
EEALIT (IC) , ORRN14%, H{ OSH}EIH8.9
A5 BARICH HEBSCHL B EI TR LT, (HILOS
2RI L —T299461 [l i 5 % B
EEXT 5 faMDS B UEA T3 AT I AN RE M SE ek
0S8, HHAMRER B RIGIT A L, BT R B
JEARI AR AE Bgkes, A ERREITY R, &
KRR IR63%, T4 E9.9H .

3 REREEMTHAMEE

ANk, SRR T AR A (Allo-
HSCT ) BAREM A mfEMDS B F 3k %s, JLHIE
i T AR A R E I R AER . B IR
ZE U L AR 2R Ay P A R RE R RS, (B2
HRTREIG s faMDSyE— 53", A TS
MTR, FEWALIE T 58 . HEE R . BAHT >
Jifrgeg 71 faf FIAS A Ji5 52k S5 THI 4 52 R

TEWAAI 7 b, iEREERIALE (MAC)
J7 ZE R A T Ak PR R A ek TR R AU, H
JETE BMDS S8 5 B BRI SRR R
I H Y PimE TN ( graft-versus-host disease,
GVHD ) kA%, BHME LT H (TRM)
B, AR AR R L W A AL B
(RIC) %, CHUESEAT LA/ AR AH SCAE T
2, HREDSE Mg & . Bk, H
A P b o 1) T BERIC )T R 47 RS A A fi ik
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X AR B T ) FHEBEMUD, 7E3A A2
e (HLA) MHEMEE BT, AliksEn
fE AR B3 1 S5 6 R 3 ot T A A A A

TER AT A 00 g S far, AT DABEBES Sk
7, LA™ A5 % 5 45 52 X MD S ik J|
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HIXER 3 R AT AT AR I 2 50%
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fE, B —OROL  WESRDIRE . I AR Ol
XARTT () B R 725 51 . LAAENCCNES /X
F & faMDS H. 0] LI $%52 Allo-HSCTI B %, it
LW 252 Allo-HSCT H AN A FAT- T — 2638
57, B BRTHEFE A THR 6T, O B R S5 Ty
P IR EE5~6 I BF], WEREA AT, A7
TEAMLEE AV B P55 0% A 5 | 7™ o A 2 e B i 1
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AR TMDSBREHERR, B T IR
N AVEAFR BARANBE IS B BH 1R B E 8 ) 23R
AMDSH Y, HATLLRAFCREH 44 A U e
FEAE T/ I ah 20 B L 91, Fiir LAHMAE S B A i
PR HEERYT E 2N 4 S Allo-HSCTY P AL A B2 .
— IO iy R P AR 5 A T AR B A i L P Bl L
fif 32 1 R AT, BEMEAERSAE A A BEAE WM, Allo-
HSCT/ERi130 , 45 14EPFSFIOS A3 52 52%
M62%. Frll, DIHMAMACE AT Al LR
T Allo-HSCTY 7!,

FAE G S RA A R W 2R, AZA
YEMHSCTIR 4507 B 4 S m ] LU Jin i
WHETAHMMAGTANRE (CTL) WEGE,
BAEYHT A MR SOy HANEA GVHD R, 4E
KMDSEH FIEBAL G TLFH AL (event-
free survival, EFS ) 508, #EZZH k48 Kbt
), [R) B X B B RS AR 2 1) 5 fs MID 'S S 5t T 4
HARIT o Schroeder S48 2R Pl FLA 1 B A AL AR Ik B2
i (DLI) 3597 Allo-HSCT/JG & & HIMDS
B, SRERIBITRE RN EN30%, HHCR
%823% (7/30) , PREHNTY% (2/30) , 16.7%
(5/30) R BHEREKIWAEAE, XA B
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A SRR L RO RLR A0 T R O R A0 3k A%
SRR, KIRIT T R RE AR CRRN
AR, B XTMRD S 6 97 I B B A% I 52 K 1
L B ZE I A% Allo-HSCT 5 MRDH
PERIE fEMDS R (n=47 ) WE4T THFSE, 1E3E2
IFN-of1{b7HE S DLI ( chemo-DLI) J&¥724E )5,
IFN-afllchemo-DLIIAYY 24 1) RFE LB ML &
TET- %4 14.5%F121.4% ( P=0.377) , 9.1%
F10.0% ( P=0.985) , IFN-offichemo-DLII5YT4H
RGBT G IO R A FI2AEOS4: 71 h76.4%F178.6%
(P=0.891) , 84.3%#184.6% (P=0.972) , &/~
Allo-HSCT/5 MRD FHHE 1) 5 fEMDS i & EA T4 X
MRDHGREIRIT IR AR, TIFN-afllchemo-DLI
FIARCIEZSAL

4 AT
4.1 Guadecitabine ( SGI-110)

Guadecitabine ( SGI-110) Z&#H —fCHMA, ¢
TEHMATTH 2 #8577 A 1 20%~25% v, A LLEH
B BEARAAR P B ALK AT FFE SGI-11033 Y7401
EfEMDSHH (4 K60 mg/mfe F g, 4
255 d, JEWIA28d) , 6/HWIG, 28%HA B 1S
CR, BARFNH H61%, BIFHIN R R L3
MRS, A0S H15.2H, I EFSH10.85 .
FREL, XA IRYTAHCMDS FITP53 5848
(IE fEMDSHE, SGI-1107] {fh—4RiGy7"
4.2 Enasidenib ( AG-221)

Enasidenib ( AG-221) Z&—FmIDH2%E 1)/
TSR, A X IDH2 B (48 22 i iz 1o
RAf. SteindEXIDH22EAEIMDSEH AT & B, B
fif AT fE B B ol 2 THMA R T TORU B
HIZHAG-221 (100 mg/d, PR, FEWIAM28 d) HIIGYF
S AT T 50%" . {HMDS Ay #E [ 1 58 28 %2 1
FAK, IDHAE N fe SR ) AR R T 5%~15%
()R NTRE, LB 6 a0 e B0 RR o T 1 3k )
30%~40%, {H I (L R AT TH 62T
4.3 Hhi Egm i)

TER K R IE T, HhE S 5% 8 7 40 i 43
fEA W H, RN T UiERIR S,
(HFE MR T 400 (LSC) HFiFsZfEfE HhE =
1 54 . Glasdegib ( PF-04449913 ) J&—/ [
A 1 X6k Hh il 5% 09 SF 38 54> ( SMO ) B 41 4l
A, —ui I BAWT LI, mfEMDSEH 2
GlasdegibHf A8 7 8 i) BT b At =k b v b i52
B A B I /SR 20 B R ] LU 2T, R

21097 1Y = FEMDS B #2372 Glasdegib i A%
TSt P AU B, g B A I R A 1% BB L T A
te, AT OS.
4.4 BCL-241il5]

MDSH #ASXL1 . RUNXI1, TP53HIEZH2
RAFFEAL T B EITR, HMAS TR HSCTA %
FLIRTT I AL RE B = i o AR AR, ANRedE =T
o A IIBCL-24%] ( ABT-199 ) A] LLiE
BEREE IR = fEMDST/AH 4 ok A G g 7=, i
SMDSHIMIAET, FHAENIR EARRNUESE, Al
fEMDS & Hk "

4.5 AREEIHTTZY)

FEMDSH, S E T 5 LML = 5
MDS &, AHETHMA 0 B sEi0 6 . 4t f A
FFRIE . VIR TS 38 B B T A RN E) 78 5T T 4
s U, mfEMDSHBFE AR TRk 51K E
MDSA AL, R I8 A vy 20 AL X F-TFN-y |
TNF-a, IL-17, IL-12, FfFFREEKFHTRMER
N AN FIL- 10T EPEIL2 3244 5 18] 78 140 i
T8 2 5543 WA A AT B (R AH AR FE G ] L% T 400 it % 4
SR IVE A 5 B 5L 5 B S A R 1 00 ) 4 i
(MDSCs ) . S Y e s 300 i 20 B BH - T 40 At
NKAHH ) B e 3 o R HL ) e [R]85 495 Ge e
M, Z5EREMDS R s dkik Ly, DLk
P14 . BER S I8 T M2 A IR TT &
fEMDSIFERE .

4.5.1 SRIREEME  RIABEEMAE R HA iy 2
AR 29, 30 R 20 it Rk ) AR B g2 T R
BGT aMDSE R, JoH R 5q-1 IR G
MDS ] LA 351556%~82% S b % . HXF T fEMDS
BEITRORAE, Chenf5iRiE 1T 9WITEA Sq-H /=
fEMDS (5 12 52 AR B B P2 3697, (264K 4%
CR, CRFpZzmHEL6A"™; Zeidan§ 5T il
T Y ZIRYT A ARAS35% M S %K, JainZE P LB,
R 5 7 SR P R B R TR B IR T R S S AR
MDSHEE %4 . AR, $n T T . NK4H Lk
o, WKE TR, B T IFN-y SR IRKF,
S BT T HUAR G . BORTB B e B A5 I6 T AT
YE M= fFEMDS IR T ik 2 —

4.5.2 R SR TR AN e T 2 A
(PD-1) FIFEFPALANESET-FLfAR1 (PD-L1) 3%
TAOPERGAT 5, TR A M3 o R PD-L 1k A
BIERGE, AL SR o TR 7 A Y,
1 fEMDS HB & A ACEE e B4 il %55 L IAPD-1/
PD-L1, HJ& [l 8] 72 i i it 238 B, eq]
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MEAEFANEI TAA, P87 R kL%, g
P A R T R R BT A2 P2, R R AR A s AT A 5
B W AL 2 1] LUV i faMDS . Zeidan
2Ry — I PD- 1457 Cipilimumab ) I PRAFSE
KRIL, EfEMDS HHMA AT 52 W i 3 b2 46 4k
13CR (7%) , ofl Pt E>46)8, 3HEH
PoRtaE>548, 1508 294K, HA W ERE
BN T 5 S BTN M B R T ek, R T
IpilimumabH L2557 %4
4.6 FEZHAL

TR (GO ) ZHCD33WHAR, A75%H
JRURRL AN FR5CD33, o A 288 R i
RIT, ATLIERT327%O0RR, V0SS H32)H, HHj
Il RIS E T B A GOIRY T R faMDSP - Jabbour
SEN FHRGEPE . BT & GOIR YT = faMDS
HRAGRNEIT RN, GOBAIL-1135J7CD33%
KT 80% M FEMDS B, K I25% B H HFAHE
YL, T AECD33 3K /DF80%I1) & AR IkAT
IR, M fEMDS B R GO =&k
THAITEE, RN R30% ., GO H P e
BITE R IIMDS 2, CRAGH$E S HOSH A $z
E BTRL, FEIRYT RIS E FEMDS Fi # CD33 %%
R RTE GOFFRLN ekt
4.7  IEEK

FE = FEMDSH AL A i i #2, NF-xBZ
SEZEBRIETT, WE Ok AT L BH BT NF -« B
WHIIRBA AR, 8L B HINF-kBIE MG T G
MDS, Natarajan-Amé=&" i FH A& 2 K FHI 77
BB M 1T AT 4361 = fEMDS |, F30Sh 13
A, 28%IRIHAIT RN, fIHECR 1], HHECR 3
B, PR 5§, Mig=FeksE36); X2 ikt gy
(RERE, FHOSHNISH, 36% KA Y, H
HCRE11%, PREI13%, IMKFkE%2.5%, 3K
FHIBYT RN ) R Y96 B iy R A A7, Hodl
B CRAN3 G HBECR A 42 R R, 2R
B ORI A AR 2 BT BE M TR YT = faMDS AT L He
BAP AR ] 2 BAARE L IR T B R T AR, R XS
HA Qe R R B
48 fEtEsr

— R T, LG SRR S R A
T (BIKE) , ®UReSHETHIffEH:F (BITE) |,
S R (TriKE ) FIRUE B A E
( DART ) HUMRf B4 b 555 E bR v e
SN TP A0, K 3 7 o 200 R SR A A — e ]
DL HE B AR A A . — SR Py AN S0 L UE SE YT

R RSN HICD16xCD33BIKE i #MDSCXf
NKANM A Sz il , 75 FMDSCRUFALANL, X
FII7 B0 T A B EREAARL, AR it b 1 By
Bty USI—MEMERIL-15 2B F|CD16xCD33 5 4
t, T —CD16xCD33xIL-15 TriKE, AU
Hahn T NKAAEA SR, R R TL- 1SR
NKAHfE4 58, E4RP, TriKEfLFBIKE, HAEIE
EE fEMDSH AT T/ Wi R IRES ; CD123xCD3
DART ( flotetuzumab ) J&8I7 = EMDSH 1 BARFST
[ 45 5 B 7R ORR1543% P

5 BX&/IRIT

X F AN BB A7 S 56 DR 0l T 40 i A A1 H HMA
FZIRIT R I S fEMDS . IR T k80 2hia
JrZhh, AT IR BRI R B T R, Hi
DIHMA R FE Rl iR AR IT e sz iF . Hb Pa A e pe
A CAG T RiRYT = fEMDSJEHLH I FCAG ) E
b VG b A2y SRR R BAEY

BT L M 1 5K & ok AR B B ( Aza-Len ) i &
B T B A Tl P 5 R A R A AL, 7 9 i
&, —WiAza-Lenfy [T Wil K3 M ERIGIT6
A, WENGRITF6 H , 4ERiGyr12H, KBORR
NT2% (18/25) , H.AHCR 64 (24% ) . HHb
CR 3% (12%) , ML 9%] (36% ) , 6
A B, 6 B3 T g4 53R4T 50 4 4 i st % 2
JN, 2f5q-, FAiPFSH12.00£1.36 7,
fOSH12.00+1.7 ], 12F14R45 A= 1 ot it o0 3%
R fE A A RS MMDS B E gk |
Aza-Len = W % (72% ) AT LA 32 194
Sk, {HARISAYPFSFIOSHI XS #5485, Hi BT L
L 3 5 R TR iR 7 = AE MID S AT AR 5 3R A
WP BIR T IO, 2R 5 G2 i

HMAXE T A1 J it 554> 4% 20 -1 6 240 A
MPD-15R1k, FEBTFLI T 25/ B35 v, PD-1.,
PD-L1MIPD-L2H)FRBIFIENS I e, RIIRE
MDS (1 il PE AP AT R4 i 1 20 B B T 4 7 4
PR P S g2 A A 1 8 AT LAY S BT L
A MDSE A, T H AL PD-1/PD-L & —
AR Lk B3 v i Bl FL M T 25 B P AENR T 7 i
Garcia-Manero7EJGITMDSEEZ H & B, FlFLIE
FECAPD-114H FINivolumab [ JORR N 69%, &
NG A P FEAE A . teAh, PD-L140 i 5
AtezolizumabFDurvalumabti, if It 5 HMATGY 7,
T BT LM 7 B4 PD-1/PD-L 1 K167 25 fEMDS
SBE AT UME TR
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BETE [ 1 2 11 45 4 Sl 2 2 1 3 W a8t % 132 B
wE, I S SRk R T B W 0 i
SRSy, MEMBETZHEM — 51, S5 M6 i R4

( BRD4 ) i i 5 {2 A= R L A 0 e ik T & 45 4F
M, FFE#A M AMLEYIR YT #45 . BRD4=4:
P R s e IERKFNAE R, R Fh SER
BRD4 1 Ciiy £ A A & G- 45 T A2 e 0 B 25 A4 1Y
HEFRSy, ML, 45%78 Y BRDAZEMDS 4%
TR, & —ASHTIMD S S R R
A WIS T 7 Bl LA i 245 A MID S 20 it B (52 5
TBRD4, BRD2FAIDNMTI ik, BRDAH 5]
(JQ1) FBFLIETF IR & TS AN T )
JQIEF BT FLII T A%, Wi T BETHhl &
BT LA 2 I6 97 B FEMD S i 225,

BT LI IR 1R I Rigosertib X T HMATH
21 BB AT LLARAT65% 1 F R % 5 7E20194F
%24Jfi The European Hematology Association [SC
Navadail iz, ##1EREBTFLIETT A Rigosertibifh
7 ARFEZHMAFHMA IS8 E /Y 1T RS,
HORRATILFNT7%, Xf FAREZHMAIRST# 0] ik
#88%, HUCHER T IR IARITRL

6 RBMMATT

fEid A TARE, NKATMAT S g i T 2
RIS, AT/ T I R B6 2 48 UF 58 5 3L [H]
KR FINK A it 52 AT, v DAFEAR A7 FF
W, UEMTE BN S 2% M. 1N L RINK
A M3A YT 25 8 R & 1 faMDS R B, 164
fEMDS [ 5 2 FCJy 2B 58 4 Ik EL 41 i 4 )7
BUIL29%0E i A [a) — PR O NK A B 13007, AR
H AT A2 R AT, AT AR NKCA M v s 1Y)
T~ 14K AT LG ) 280 (48 255 Jbk £ 208 16 0 5 L 240 L 1% ik
A, LA CD8 TN IE TSI, 2P R g R FK
SR, R R SR B TS PEIKi67 CD127F
0xP3'CD25hiCD4 Treg i i3 K, 6/16 8 F FI
HCR. mCRECHPRIYIINNE, TEARAFI I 85
BT R B R AR I v B AR HE 2 NK A G IS TH
Fo BZ, NKYIMLRIETT ] LAZS 5 faMDS 4l
RHHIRIT T 5

MaZ: 438 1 L5 fE A MDS (5 42252 M i il
VA CAGHE A LT 536 hifi e i3 L T4 i3
A, BEEZARRITY, BT
JEARAFCR, JRIT 45 UG 44 B B CRPY,
P b P b 752 SRy FEE Ak 1 A BB A BT AT 2L 4
S AR EfEMDSHEE, H B2 a73 .

7 CARTEYT

StevensZ R IE T fEMD SHE S ME 4> T A4
MOARFAE ARG 9, & A R 4Tl CD 12378
MDST-4iffd b 3%k B, 4546 CD123 KfE .
Hh s B G A R T R R Y RS A
FHCDI123%¢ S PEHTAR G 1A & f— 7T A8 | By
CDI123CAR, X h Bef mAE N 2L yss BREE
GAFcX B I #:4 CD28AL il 7 7 X Bt . CD3zfF
SIXBL, AT LARIRTE (AL E FIMDS i 5 R I )
TkE AN b, HA R, ARSI gl Pt A
HAR I UE S ] LS S BRMD S se e X g R
F 4 T CD12340 15 P CAR T AT LIVE RIEYT B 1
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